Discussion
A statistically significant decrease in aqueous humour formation was found in diabetics, and this decrease was not significantly affected by the degree of retinopathy. Aqueous flow was also unrelated to the duration of diabetes, age of patients, haemoglobin Alc, average blood glucose levels, and IOP. There was no significant difference in IOP between the diabetic groups with and without proliferative retinopathy. It has been suggested34 that a raised IOP may tend to protect against the onset and progression of retinopathy. However, Valone et al. ,' studying eyes with initially non-proliferative retinopathy, found that eyes with a raised IOP progressed to proliferative retinopathy as frequently as eyes with a normal IOP.
Although the number of subjects in this study may not have been large enough to detect small differences, these findings suggest that the decrease in aqueous flow may be secondary to a fundamental alteration in the physiology of the diabetic eyes. Many possible explanations exist.
The formation of aqueous humour by the ciliary body is largely an active process, requiring energy.
Therefore, ischaemia of the ciliary body might be expected to decrease aqueous flow. It seems likely that the diabetic eye suffers from ischaemia because of a variety of circulatory abnormalities in diabetics, including a generalised angiopathy,7 an increased blood viscosity,"" and impaired oxygen release by the red blood cells due to decreased 2,3-diphosphoglycerate (2,3-DPG) and increased glycosylated haemoglobin. 12 A generalised abnormality of transport processes'3 in diabetes may affect the ciliary body as well. Na+-K' ATPase is related to active secretion of aqueous humour in the ciliary body, and insulin has been shown to affect the activity of this enzyme.' Generalised neuropathy is common in diabetics'4 and it may also affect the Decreasedformation ofaqueous humour in insulin-dependent diabetic patients ciliary body, which is innervated by the sympathetic nervous system. '5 A reduced rate of aqueous flow leads to decreased delivery of nutrients to and decreased removal of metabolic wastes from avascular tissues such as the lens and trabecular meshwork. Therefore the decreased flow of aqueous humour in the insulindependent diabetic eye may possibly be related in part to some common diabetic ocular sequelae such as the greater incidence of cataract' and primary open-angle glaucoma.3 Furthermore, it might predispose to the development of rubeosis iridis by impeding the washout of vasoproliferative factors released by the retina. '7 This study was supported in part by research grant EY07836 from the National Eye Institute, NIH (USPHS). 
